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Roles of Ribosome S6 Protein Kinase p90™ in Oocyte Meiosis
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FAN Heng-Yu, TONG Chao, SUN Qing Yuan
( State Key Laboratory of Reproductive Biology, Institute of Zoology. The Chinese Academy of Sciences, Beijing 100080, China)

Abstract Mitogermr activated protein kinase (MAPK) signaling pathway plays important roles in the meiosis of
oocytes. p90™* is the best known target of MAPK, which mediates multiple functions of MAPK during oocyte
meiotic maturation, including the resumption of meiosis, the M I /M II transition and the sustain of M II
arrest. The phosphorylation of p90™ is the result of MAPK activation, and the dephosphorylation of p90™ is

following the inactivation of MAPK at the end of meiosis. The progress of p90™ in oocytes is introduced.
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